Introduction
A bitemporal visual field defect is the hallmark of the optic nerve chiasmal syndrome which is commonly caused by mass lesions, either tumours or aneurysms, when the visual loss is the result of either compression or ischaemia.' However, the optic nerves and chiasma lie within the basal cisterns, in close relationship to the leptomeninges and consequently other infiltrative and inflammatory lesions including metastatic carcinoma,2 arachnoiditis,3 plasmacytoma4 and sarcoidosis5 may rarely present with the chiasmal syndrome.
We report the Routine investigations, including a computed tomographic (CT) scan, were normal but the cerebrospinal fluid (CSF) showed elevated protein of 0.8 g/l, and a white cell count of 4 x 109/1. The cause of the visual loss was presumed to be ischaemic although the patient was kept under review.
Over the following three months the vision in both eyes deteriorated. On readmission the visual acuity in the right was counting fingers in a small upper nasal field and 6/36 in the left. He now had a temporal hemianopia in the left eye and both discs showed temporal pallor and attenuated vessels ( Figure 1 ). There was no lymphadenopathy or hepatosplenomegaly and the remaining general examination was normal. Investigation at this time showed the white cell count was now elevated at 18.6 x 109/1 with an absolute lymphocytosis of 12.9 x 109/1. The Coombs test was negative and blood urea, electrolytes and liver function tests were normal. Thyroid function tests were normal but the serum prolactin was elevated at 1858 LU/ml. (normal range: 120-224tuU/ml.). Skull X-ray was normal but a CT scan (Figure 2 ) now showed the presence of a suprasellar mass, continuous with the optic nerve, pressing posteriorly on the clinoid process. 
